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Wenqing Zhou grew up in a small town in South Central China and received her bachelor's degree in biotechnology from Central South University, China. In the third year of undergraduate study, she joined Dr Xueduan Liu\'s lab, where she learned to isolate bacterial strains from the environment and utilize those strains to increase the metal extraction efficiency from mineral. During that time, she was deeply attracted by those 'tiny but magic microbes'.

After graduation, in 2011, Wenqing joined the master\'s program at the Institute of Microbiology, Chinese Academy of Sciences, and began to study the antibiotic resistance of pathogens with the guidance of Dr Jie Feng. *Streptococcus pneumoniae*, one of the most common pathogens in the respiratory tract, is widely resistant to macrolide antibiotics because of the dissemination of transposon Tn2010, which carries two different macrolide-resistance genes. She identified that transformation is the predominant way to transfer Tn2010 between *S. pneumoniae*, and that the acquisition of Tn2010 has a negligible fitness cost, which may explain the widespread distribution of the transposon ([@DMM039586C1]).

The experience in Dr Feng\'s lab made her understand what research is, and she really enjoyed the process, so she decided to pursue an academic career. After graduation, she began her PhD under the direction of Dr Qing Deng at Purdue University, IN, USA, in 2014. In Dr Deng\'s lab, her first project was to determine the role of microRNA in the response of neutrophils to inflammation. She identified that miR-223 in epithelial cells regulates neutrophilic inflammation. miR-223 is known as a myeloid-enriched microRNA, and its expression is highest in neutrophils. However, she found that the augmented neutrophilic inflammation in miR-223-deficient zebrafish is mainly due to the over-activation of NF-κB in the basal layer of the surface epithelium. The intrinsic regulation of NF-κB in epithelial cells by miR-223 was further confirmed in human cells. This work provided a direct connection between miR-223 and the canonical NF-κB pathway, and highlighted an overlooked relevance of epithelial cells in dampening neutrophil activation ([@DMM039586C2]b).
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Currently, Wenqing is characterizing the stable zebrafish lines that she generated with neutrophil-specific knockout, and trying to provide a full understanding of the pathway regulated by mitochondria in neutrophil migration. She will finish the work in the spring of 2019 and start to look for a postdoctoral position.
